A case of a thirty-eight year old man with pseudohypoparathyroidism (PHP) type 1 associated with gonadotropin resistance and hypercalcitoninaemia was reported. The basal levels of the luteinizing hormone and follicle-stimulating hormone were elevated, and the responses to the luteinizing hormone-releasing hormone were exaggerated. The basal level of testosterone was normal, but the response to humanchorionic gonadotropin was blunted. The serum calcitonin level was high, and hyper-responsiveness was observed by pentagastrin administration. Fromthese results, it was suggested that partial testicular resistance to gonadotropin and the possibility of resistance to calcitonin were present in our case.
Recently, it has been shown that resistance to PTH is caused by a defect in the guanine monophosphate regulatory unit (G unit) basal levels of TSH, PRL, GH, the adrenocorticotropic hormone (ACTH) and the responses of these hormones to provocation tests by the thyrotropin releasing hormone or 1-DOPA or insulin-induced hypoglycemia were also within the normal range (Table 2 ).
The basal levels of both the luteinizing hormone (LH) and the follicle-stimulating hormone (FSH) were almost three times higher than normal (Table 2) were exaggerated ( Figure  1 ). Furthermore, the basal level of testosterone was normal for his age (Table 2) , the response to an human chorionic gonadotropin (HCG) injection (5000 units/day for three days) was blunted (488 ng/dl before and 800 ng/dl after stimulation). Finally, the serum calcitonin (CT) level was high despite hypocalcemia (Table 2) , and hyperresponsiveness was observed by pentagastrin (0.5 //g/kg i.v.) administration (Figure 2 
